7 Recent large-scale Ebola outbreaks, combined with improved follow-up of survivors, has 8 permitted the observation of common long-term neurological sequelae in patients that have 9 survived Ebola virus infection. To date there have been few studies into neurological 10 infections by Ebola or related filoviruses, however, recent studies have isolated infectious 11 virus from patients' cerebrospinal fluid months after being discharged from the treatment 12 facility. 13 14 In order to determine whether different filoviruses were capable of infecting human 15 neurons, the human neuroblastoma cell lines, SH-SY5Y and M17, were chemically-16 differentiated into more neuron-like cells using established protocols. The neuron-like 17 profiles of the differentiated cells were confirmed by the determination of expression of a 18 range of neuron-specific markers. Zaire ebolavirus, Reston ebolavirus, and Marburg virus 19 were serially-passaged in both cell lines to determine permissiveness of the cells, as well as 20 permit the acquisition of adaptive mutations in the viral genomes. Whilst Marburg virus 21 grew to high titres in both cell lines, Zaire ebolavirus only grew in SH-SY5Y cells, and Reston 22 ebolavirus rapidly died out in both cell lines. Whole-genome sequencing of the passaged 23 viruses revealed two consensus-level non-coding mutations in the SH-SY5Y-passaged 24 Marburg virus. Viral growth kinetics were determined for pre-and post-passaging Zaire 25 ebolavirus and Marburg virus in both human neuronal cell lines, as well as the human 26 hepatocyte cell line, Huh7. Growth kinetics were similar for both the pre-and post-passaged 27 viruses, suggesting that adaptive mutations were not required for efficient growth in these 28 cells.

